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86 Letters to the Editorinvolving the right arm. A computed tomography scan of the
brain was normal and meningitis excluded with cerebrospinal
fluid examination. Zidovudine was stopped and his clinical
condition improved. HIV infection had been confirmed by
HIV-DNA PCR tests carried out earlier. At seven weeks old
his serum lactate was 2.69 mmol/L and ammonia was
59.4 mmol/L. The serum ALT and AST levels had normalized
to 31 and 27 IU/L, respectively, while the GGT level remained
high at 413 IU/L. He was asymptomatic but had moderate
global developmental delay.
The clinical features of HLA can be very variable and non-
specific, with initial symptoms such as generalized fatigue,
muscle weakness, myalgia, gastrointestinal symptoms
(nausea, vomiting, diarrhea, abdominal pain, hepatomegaly,
anorexia), respiratory involvement (tachypnea and dys-
pnea), or even neurological symptoms (motor weakness
and Guillain—Barre-like syndrome).8 Hepatic dysfunction
may present with encephalopathy with raised liver enzymes
but jaundice is unusual.9 In retrospect the infant had symp-
tomatic HLA at three weeks old, which was unrecognized.
Liver dysfunction was evident with elevated liver enzymes
and coagulopathy. The seizure was probably due to hepatic
encephalopathy complicated by delayed development.
The relative roles of in utero exposure to stavudine and
lamivudine and perinatal exposure to zidovudine in causing
the severe HLA are unknown; so was the role of HIV infection.
Nevertheless, this has posed a challenge in the choice of
antiretrovirals for therapy, as the number of available NRTIs
less likely to cause HLA is limited.
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following odontogenic infection in
a girl with sickle cell disease
Hematogenous spread of oral colonizers after dental extrac-
tion and dental manipulation is a well recognized pro-
blem.1,2 I report herein a case of splenic abscess and
bacteremia due to Klebsiella ozaenae following an odonto-
genic infection.
A 16-year old girl with sickle-beta-thalassemia was hos-
pitalized with a 10-day history of tooth pain and swelling of
the cheek. On examination, she was toxic, febrile, and
hypotensive with a carious, tender right lower first molar
tooth. Purulent exudate was found at the gingival sulcus.
Tender submandibular lymphadenopathy, diffuse swelling
over the right lower face, and trismus were noted. Four days
earlier she had received amoxicillin and aspirin with norelief. Her hemoglobin was 8.8 g/dL and total white cell
count was 13.4  109/L (94% polymorphs; 11% bands).
Radiographic examination revealed pulpitis, periapical
infection of the right lower first molar tooth, and an adja-
cent dentoalveolar abscess. After submitting blood and
aspirated pus samples collected from the abscess for cul-
ture, treatment with penicillin, chloramphenicol, metroni-
dazole, intravenous fluids, sodium bicarbonate, and
analgesics was initiated. On day 3, dental extraction was
done and aseptically sampled material from the pulp cham-
ber was submitted for culture. Blood and pus culture speci-
mens yielded a lactose non-fermenting, catalase-positive,
facultative Gram-negative bacillus on blood and MacConkey
agar. The organism was identified as Klebsiella ozaenae and
differentiated from other species by its ability to produce a
positive methyl red test, o-nitrophenyl-b-D-galactopyrano-
side (ONPG), production of citrate, inability to ferment
dulcitol and produce malonate.2—5 The antimicrobial
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method. The isolate from blood, tooth pulp, and pus from
the dentoalveolar abscess was susceptible to chloramphe-
nicol, cefotaxime, ceftazidime, ceftriaxone, amikacin,
gentamicin, kanamycin, netilmycin, ciprofloxacin, and
ofloxacin, and was resistant to ampicillin, tetracycline,
doxycycline, carbenicillin, and ticarcillin. Based on the
susceptibility testing, the antibiotic regimen was modified
to ceftazidime, ofloxacin, and amikacin. Staphylococcus
aureus and Pseudomonas aeruginosa susceptible to the
administered antibiotics were co-isolated from the carious
tooth pulp and pus culture. The patient was given a 1750 mL
exchange transfusion. During the next four days, her tem-
perature fluctuated between 38.5 8C and 40 8C and she
remained very ill. On the 5th hospital day, a tooth pulp
culture yielded K. ozaenae. The facial swelling decreased;
no discharge through the extraction socket was observed,
and the patient was able to fully open her mouth. Six days
after hospitalization, she noticed progressively worsening,
sharp left upper abdominal quadrant pain radiating to the
shoulder, associated with nausea, chills, and cough. A chest
X-ray revealed minimal left pleural effusion. A CT scan
showed moderate splenomegaly and a unilocular splenic
abscess. CT-guided abscess drainage yielded 100 mL of pus
that grew K. ozaenae with phenotypic characteristics and
antibiotic susceptibility patterns similar to those of the
isolates from the blood, tooth pulp, and dentoalveolar
abscess. The patient’s temperature resolved on day 10 of
hospitalization. Subsequent blood cultures and chest radio-
graphs remained non-contributory. A follow-up CT scan two
weeks after splenic abscess drainage demonstrated a small
residual cavity. Therapy with oral ofloxacin was continued
for 21 days. Three months later at follow-up, the patient
was doing well.
K. ozaenae, the putative cause of ozena, is a respiratory
tract and oral colonizer,3—6 and can cause a wide spectrum of
diseases ranging from the mild to fulminant.3—6 The organism
has only rarely been recovered from patients with a variety of
infections, including otitis media and mastoiditis, urinary
tract infections, soft tissue infections, bacteremia associated
with neutropenia, pneumonia, and meningitis.3—7 One case
of pyogenic hepatic abscess and septic pulmonary emboli
associated with K. ozaenae bacteremia has been reported.8
The most common organisms isolated from pus cultures from
a splenic abscess are Gram-positive cocci, anaerobes, aero-
bic Gram-negative rods, and candida species.7—9 K. ozaenae
has not been previously recovered from a splenic abscess in a
sickle cell disease patient7—9 or in India. Sickle-beta-thalas-
semia resembles sickle cell anemia, the homozygous state for
hemoglobin S, clinically and hematologically.10 The polysac-
charide capsule of Klebsiella species is an important viru-
lence factor in preventing phagocytosis and helping to retard
leukocyte migration.7
Most of the human isolates of K. ozaenae occur as a part of
aerobic and anaerobic polymicrobial flora, which may over-
shadow their clinical significance.5 In our patient, K. ozaenae
might have reached splenic infarct by hematogenous disse-
mination from the oral cavity,1 and led to abscess formation.
S. aureus and P. aeruginosa were isolated concurrently with
K. ozaenae but were considered nonsystemic pathogens, as
they were not grown in serial blood cultures. K. ozaenaeisolates can produce extended beta-lactamases (ESBLs).3 Our
isolate did not produce ESBLs and was quinolone-sensitive.
The treatment of a splenic abscess consists of appropriate
systemic antibiotics combined with radiographically guided
pus drainage, splenotomy, or splenectomy.7,9 The present
data suggest that the antibiotic sensitivity pattern of K.
ozaenae is similar to that of earlier studies;3,6,8 aminoglyco-
sides, fluoroquinolones, and/or third-generation cephalos-
porins can be considered as the drugs of choice for the
treatment of infections caused by K. ozaenae.
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